SUMMARY During acute viral hepatitis, we observed a significant decrease in OKT4/OKT8 ratio with a significant increase in the OKT8 positive subset in acute type B and non-A-non-B hepatitis. This altered ratio persisted in type B for a long time until HBsAg antibody became detectable, while it soon returned to normal in type A and non-A-non-B hepatitis. In the majority of acute hepatitis the altered ratio is because of an increase and not to a decrease in the whole T cell population, as described in chronic HBV infection. The number of HNK-1 positive cells remained raised during the recovery phase of type B and non-A-non-B hepatitis, a finding consistent with the hypothesis that NK cells play a role in the host defence against B and non-A-non-B virus infections. Serum j2-microglobulin concentrations were increased only in acute hepatitis B and non-A-non-B where immunological mechanisms are suspected to be involved, and showed a good correlation with the population of activated OKIa positive cells. 
A number of viruses affect the liver as a part -of systemic infections -for example, cytomegalovirus, Epstein Barr virus and yellow fever virus -but the term 'hepatitis viruses' usually refers to HAV (hepatitis A virus), HBV 15 August 1984 antibodies against T cell subsets has allowed the demonstration of a decreased helper to suppressor cell ratio, because of an increase in suppressor cell concentrations, during acute type B hepatitis.4
When this ratio returns to normal the HBsAg is cleared and anti-HBs becomes detectable. Similar abnormalities have been found in HBsAg positive chronic hepatitis.4 5 We have used similar techniques to analyse peripheral blood lymphocytes and T cell subsets in patients with acute type A, B, and non-A-non-B hepatitis.
Moreover, 32-microglobulin (132m) was measured in serum samples from our patients at or after the disease onset. This protein has a molecular weight of 12 000 and is non-covalently linked to glycoproteins bearing Class I histocompatibility antigens on almost all cell membranes, especially lymphocytes.
It may be considered a potential marker for evaluating T cell activation in vivo. (Fig. 3) .
Discussion
During acute viral hepatitis we observed a significant decrease in the inducer to suppressor/cyto- The normal peripheral blood mononuclear cell populations and behaviour of T cell subsets in patients with acute type A hepatitis are consistent with the view that immune mechanisms are not involved in the pathogenesis of hepatitis A liver injury. On the other hand, the significant alterations in immunoregulatory cells in the early phase of acute type non-A-non-B hepatitis could reflect the involvement of immunological mechanisms in this disease.
We have shown that serum P2m concentrations were different in the three types of viral hepatitis as shown by Beorchia et al;26 normal values were found in hepatitis A cases, significantly raised concentrations were observed in hepatitis B, and non-A-non-B. Bernier and Fanger27 first demonstrated that 132m was mainly a product of T lymphocytes as it was produced by PHA but not by PWM stimulated peripheral blood lymphocytes. This has recently been confirmed using a different system.6 It is concluded that 12m release reflects primarily T cell activation. The increase in serum P2m concentrations in our patients was due to augmented production and not decreased renal catabolism: neither proteinuria nor any evidence of renal insufficiency were present. Serum 132m concentrations increased only in acute hepatitis where immunological mechanisms are suspected to be involved, and the correlation between 32m and OKIa positive cell number suggests that activated lymphocytes and not liver cell necrosis is responsible.
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